ACETIC acid induced colitis in rats was used to investigate the effects of malotilate, a drug which has been shown to inhibit 5-1ipoxygenase in human macrophages, the malotilate derivate ZY16268 and the flavenoid ZY16369 on the eicosanoid production and the colonic morphology in inflammatory bowel disease. Acetic acid produced an acute inflammatory response in the colon, associated with a markedly raised inflammation score (15.8 vs. < 0.5), based on a seven-scaled scoring system which includes observation of haemorrhage, submucosal oedema, cellular infiltration, goblet cell depletion, loss of architecture, crypt abscesses and serosal involvement, of which every item was subdivided as mild, moderate and severe. Incubation of colonic mucosa from rats treated with arachidonic acid and stimulated with A23187 showed an increase of the cyclooxygenase product 12-hydroxy-heptadecatrienoic acid (HHT) and the 12-1ipoxygenase product and a decrease in the formation of 6-keto-prostaglandin FI(6kPGFI) 
Introduction
Acetic acid (HAc) colitis in rats is an experimental model of acute colitis which shares many of the histological features of ulcerative colitis such as mucosal oedema, ulceration and infiltration of the mucosa by neutrophils. In contrast to ulcerative colitis which histologically is a mixture of both acute and chronic inflammation, acetic acid colitis is a pure acute inflammation. The pattern of arachidonate metabolism in HAc colitis has been reported to be similar to that in human ulcerative colitis.
5-Lipoxygenase products have been proposed as major inflammatory mediators in bowel disease and in particular in ulcerative colitis. 1 '2 In inflammatory bowel disease (IBD) the synthesis of leukotriene B 4 (LTB4) is indeed increased in inflamed mucosa. [3] [4] [5] [6] Drugs which inhibit leukotriene synthesis, such as 5-aminosalicylic acid and prednisolone, have been shown to reduce inflammation in several animal (C) 1993 Rapid Communications of Oxford Ltd models of IBD, including acute and chronic models in rats, rabbits and mice. In most of these studies measurements of eicosanoids were limited to LTB 4 and prostaglandin E 2 (PGE2).
Apart from leukotrienes, other controls).
Significant changes in the individual eicosanoids following drug treatment were only seen in the rectum. In Table 1 Table 2 ). The 12-HETE production showed a significant correlation (rs: 0.58; p <0.01) with the inflammation scores (Fig. 2) .
Discussion
The present study was 
